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CLAIMS 



What is claimed is: 



An inhibitor of a colony stimulating factor (CSF), which inhibits the 
synergistic effect of said CSF on chemokine-mediated inflammation, 
osteoporosis, an autoimmune disease, or atherosclerosis, comprising an 
agent which binds to a CSF, an agent which inhibits expression of a CSF, 
an antagonist of a colony stimulating factor receptor (CSFR), an antibody 
directed to a CSF or a CSFR, or an agent which inhibits activation of a 
CSFR, or a p^armaceutically acceptable salt thereof 

The inhibitor of Claim 1 'wherein the CSF is a monocyte-colony 
stimulating factor ^^CSF). 

The inhibitor of Cl^faiNl > wherein the chemokine is a beta-chemokine. 

The inhibitor of Claim 1 wnerein the CSF is an M-CSF, the chemokine is 
monocyte chemotactic protein- 1 (MCP-1), and the inhibitor is an antibody 
directed to an M-CSF or an antibody directed to a monocyte-colony 
stimulating factor receptor (M-CSFR). 



A^hei 



The inhibitor of Claim 1 wherein the \2SF is an M-CSF, the chemokine is 
MCP-1, and the inhibitor is an antagonist of an M-CSFR. 



l'wL 



6. The inhibitor of Claim l^wherein the CSF 1§ a granulocyte-colony 
stimulating factor (G-CSF). 

7. The inhibitor of Claim 1 wherein the chemokine 1§ an alpha-chemokine. 

8. The inhibitor of Claim 1 Wfierein the CSF is a G-CSl\ the chemokine is 
IL-8, and the inhibitor is an antibody directed to a G-CSF or an antibody 
directed to a granulocyte-colony stimulating factor receptor (G-CSFR). 
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9. The inhibitor of Claim ^<vherein the CSF is a G-CSF, the chemokine is 
m-8 5 and the inhibitor is an antagonist of a G-CSFR. 



10. Themhibitor of Claim (l^jtfherein the CSF is a granulocyte macrophage- 
colon\stimulating factor (GM-CSF). 
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A pharmaceutical composition, comprising an inhibitor of a CSF which 
inhibits the synergistic effect of said CSF on chemokine-mediated 
inflammamonjbsteoporosis, an autoimmune disease, or atherosclerosis, or 
a pharmae^uticahy acceptable salt thereof, and a pharmaceutical^ 
acceptable carrier, diluent, or excipient. 



A method of treating inflammation, osteoporosis, an autoimmune disease, 
or atherosclerosis, comprising administering to a mammal, in need thereof, 
a therapeutically effective amount of an inhibitor of a CSF which inhibits 
the synergistic effect of said CSF oh chemokine-mediated inflammation, 
osteoporosis, an autoimmune disease, or atherosclerosis, or a 
pharmaceutical^ acceptable salt thereof. 



13. The method according to Claim l^Kvherein the disease being treated is 
atherosclfeAefeis. 



14. The method according to Claim l^^herein the disease being treated is 
sepsis. 
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15. TheViethod according to Claim 12^herein the disease being treated is 
asthma 

16. The methW according to Claim 12j^herein the disease being treated is an 
autoimmi 




17. 
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The mdmod ac^or< 
osteoporosis. s\ 



ig to Claim 12 wherein the disease being treated is 
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The method according to Claim 12 wherein the disease being treated is 
rheumatoid arthritis. 



The method according to Claim 12 wherein the disease being treated is 
osteoarthritis. 



A method for screening for an inhibitor of an M-CSF which inhibits the 
synergistic effect of said CSF on chemokine -mediated inflammation, 
osteoporosis, an autoimmune disease, or atherosclerosis, comprising 
analyzing an (M\CSF)-stimulated monocyte population using a 
Fluorescent Activated Cell Sorter technique. 

The method according to Claim 2(^<vherein the (M-CSF)-stimulated 
monocyte population i!^ analyzed in whole blood after red blood cell lysis. 

The method according tcX Claim 20/<vherein the screening method is a high 
throughput screening metlao^ 



The method according to 



✓herein the (M-CSF)-stimulated 



monocyte population ha^1ils(\been stimulated by MCP-1. 

The method according to Qaipi^^^herein the (M-CSF)-stimulated 
monocyte population wljk^n ftas a\so been stimulated by MCP-1, is 
analyzed in whol^btood after red Mood cell lysis. 



A method for screening for an inhibitor of a G-CSF which inhibits the 
synergistic effect of said CSF on chemokine-mediated inflammation, 
osteoporosis, an autoimmune disease, or atherosclerosis, comprising 
measuring binding of an (I 1 25) G-CSF to a\G-CSFR in a (G-CSF)- 
stimulated neutrophil population. 



The method according to Claim 25^vherein the\screening method is a high 
throughput screening method. \ 
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AVnethod for screening for an inhibitor of a GM-CSF which inhibits the 
synergistic effect of said CSF on chemokine-mediated inflammation, 
osteoporosis, an autoimmune disease, or atherosclerosis, comprising 

measuW binding of an (I 125 ) GM-CSF to a GM-CSFR in a (GM-CSF)- 
stimulated neutrophil population or analyzing a (GM-CSF)-stimulated 
monocyte\population using a Fluorescent Activated Cell Sorter technique. 
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28y^ A method for screening for an inhibitor of a CSF which inhibits the 
synergistic effect of said CSF on chemokine-mediated inflammation, 
osteoporosis, ai\ autoimmune disease, or atherosclerosis, the method 
comprising: 

Step (a) Obtaining <S^£FR^cDN A and corresponding (ll 25 )-CSF; 



Step (b) Cloning th 



Step (c) Stably trail sfeoimg the vector of Step (b) into a hematopoetic cell 



line that resembl 
Step (d) Quantitati^L 

binding of said (I* 



cDNA of Step (a) into a vector; 



circuiting leukocytes; 

g th6 fransfected vector of Step (c) and measuring the 
)-CSF\and 




Step (e) Screpmng agents for inhibition of CSF activity using a binding 
assay comprising the transfecte^vector of Step (c) and said (ll 25 )-CSF. 

A method for screening for an inhkntor of an M-CSF which inhibits the 
synergistic effect of said CSF on chemokine-mediated inflammation, 
osteoporosis, an autoimmune disease,W atherosclerosis, comprising 
measuring binding of an (I 125 ) M-CSF tp an M-CSFR in an (M-CSF)- 
stimulated monocyte population. 
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30. The method according to Claim 29 wherein tnfe M-CSFR is a soluble 
M-CSFR. 




